Investigations: ESR 83 mm in 1 hour (Westergren). Hb 9.6 g/dl. ANF strongly positive. Anti-DNA binding capacity 12.1 % (normal value <10%); electroprecipitation very weak; single stranded DNA negative. C3 0.2 g/l; C4<0.08 g/l. Serum globulins 4.8 g/dl. Serum IgG 2800, IgA 380, IgM 230 mg/dl. Rose nitrate compresses failed to help. Vitamin E (dl-a-tocopheryl acetate) 800 mg daily was commenced. Within 10 days fresh bulla formation ceased. The patient is currently well controlled on prednisolone 20 mg daily and Vitamin E 800 mg daily.
Comment
Our patient -demonstrates the interaction of two pathological processes, which are known to affect the basement membrane region. The severity of her blistering during the acute phase of her illness was due to a combination of these changes (Fig 4) . The most distinctive structural abnormalities are: (I) In SLE the basal lamina is diffusely and irregularly thickened; dermal anchoring fibrils appear normal in number and appearance; anchoring filaments appear indistinct and may be replaced by homogenous material.
(2) In EBD anchoring fibrils are decreased in number and rudimentary.
Anton-Lamprecht & Schnyder (1973) have demonstrated the virtual absence of anchoring fibrils in and near the area of blister formation in dominant EBD. The basal lamina has been shown to be of normal thickness; anchoring filaments are plentiful. Briggaman has shown a reduction or absence of anchoring fibrils in non-blistered skin in this disease (Reed et al. 1974) .
Diffuse and nodular thickening of the basal lamina, with the presence of numerous normal appearing anchoring fibrils, has been reported at the dermo-epidermal junction in SLE by Kobayasi & Asboe-Hansen (1973) ; indistinct anchoring filaments may be present.
Both disease processes induced subepidermal clefting. Facial and ear-lobe milia have developed at the site of maximum involvement of LE.
The value of diagnostic criteria in a multisystem disease is emphasized, in that our patient satisfies well the 'preliminary criteria for the classification of systemic lupus erythematosus' (Cohen et al. 1971 ), yet lacks leucopenia and LE cells, formerly considered important. This may be emphasized by the suggestion of Fries & Siegel (1973) that SLE contains two separate subgroups, one characterized by proteinuria, granular casts and anmmia, and the other by arthritis, pleurisy and leucopenia. Corticosteroid therapy may, however, have modified the expression of the latter subgroup. Our patient's dramatic response to treatment with vitamin E is in accordance with the experience reported by Michaelson et al. (1974) in the dominant dystrophic form of this disorder. Its role seems to be reduction rather than abolition of blister formation. A dose response relationship is apparent.
Dr R A J Eady: As the normal function of anchoring fibrils is not known, it is difficult to judge whether or not their apparent lack in epidermolysis bullosa dystrophica (EBD) is important in the pathogenesis. Presumably, anchoring fibrils have a role in maintaining the integrity of the dermo-epidermal junction. Hashimoto et al. (1975, Archiv fur dermatologische Forschung 252, 167-178) noted that anchoring fibrils were rudimentary in EBDdominant, whereas Briggaman & Wheeler (1975, Journal of Investigative Dermatology 65, 203-211) observed that they were lacking in EBDrecessive.
Dr R A Marsden: There have been several other case reports suggesting that vitamin E is of benefit in epidermolysis bullosa. Some time ago I took part in a controlled trial in which dl-a-tocopheryl acetate (Ephynal), 1200 mg daily, was given to 8 patients with epidermolysis bullosa dystrophica (6 dominant and 2 recessive); this showed that it was unhelpful (Adams, Main & Marsden 1975, British Journal ofDermatology, 93 supplement, p 10). Since then I have given larger doses (2-3 g daily) to four more patients who have been impressed by the drug and claim to have noticed fewer blisters. Unfortunately there is little objective evidence to support this.
Tuberculous Ulceration of the Penis D A Burns MRCP and I Sarkany FRCP (Royal Free Hospital, London NW3 2QG) N C, man aged 68. Indian. In UK since 1962 History: In 1973 he developed a persistent, nonproductive cough, exertional dyspnoea and weight loss. ESR 73 mm/hr (Westergren); Mantoux test 1:100 negative. Chest X-ray showed paratracheal lymphadenopathy. Lung function tests suggested a restrictive ventilatory defect, but transfer factor was normal. A lymphangiogram revealed marked enlargement of para-aortic nodes and filling defects suggestive of lymphoma. External iliac lymph node biopsy revealed multiple epithelioid granulomata without caseation; no acid-fast bacilli seen. Repeated examinations of sputum for acid-fast bacilli in 1973 were negative. A Kveim test was positive. On the basis of these investigations, a diagnosis of sarcoidosis was made. Subsequently, his cough and dyspncea worsened and repeated lung function tests showed impaired transfer factor. Systemic steroid therapy was commenced in October 1973 with symptomatic improvement. He remained well on prednisone 10 mg daily until November 1975 when he developed painful penile ulceration.
Examination in February 1976 revealed a deep necrotic ulcer occupying the coronal sulcus on the dorsum of the penis (Fig 1) and multiple small punched-out ulcers on the glans in the perimeatal region (Fig 2) . In addition he was noticed to have a nonproductive cough. A presumptive clinical diagnosis of tuberculous ulceration was made. Investigations: ESR 53 mm/hr (Westergren). Chest X-ray showed linear shadowing in both lung fields which disappeared within 2 weeks of starting antituberculous therapy. Sputum for acid-fast bacilli was positive on three occasions. Early morning urine specimens for acid-fast bacilli were negative on three occasions. The intravenous pyelogram showed no abnormality and tests for syphilis were negative. Dark-ground microscopy of material from the penile ulcer was also negative. Mantoux test 1:1000 was positive. Biopsy from the coronal ulcer showed the epi-~~~~~~~~~~~~~~~.
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